Background and Purpose: Ischemic episodes distal to an internal carotid artery occlusion are common. We undertook this study to look for evidence of transhemispheric passage of embolic material in this patient category as a mechanism for embolic events.
ICA occlusion with contralateral stenosis was diagnosed were examined in this study. Selected patients underwent additional intra-arterial angiography as part of a preoperative workup. Color duplex ultrasonography was performed with an Acuson 128 with a 5-MHz probe (Acuson, Calif). The degree of carotid stenosis was measured according to the European Carotid Surgery Trial criteria in the patients who underwent carotid angiography and standard ultrasonographic criteria in the remaining patients, measuring the peak end-diastolic velocity, the systolic velocity ratio (internal to common carotid artery), and the spectral broadening. Bilateral transcranial Doppler studies were performed with a pulsed Doppler ultrasound machine (TC-2000; Nicolet, Warwick, UK) with a 2-MHz probe. The emitted ultrasonic power used was 50 mW/cm2, and the sample volume was 15 mm. These settings were kept constant throughout the study. After localization of the temporal window, the probe was fixed with an elasticated band to ensure a constant insonation angle and minimize movement artifacts.
The following vessels were studied: bilateral middle cerebral arteries (MCA) at a depth of 40 to 50 mm and reverse-flow anterior cerebral artery (ACA) ipsilateral (Table 2) . Histological examination of the endarterectomy specimens revealed severe atheroma, ulceration of the endothelium, fibrin deposits within the vessel wall, and cholesterol clefts in all three cases. Additionally, mononuclear inflammatory cells were diagnosed in two patients (patients 2 and 3). There was no evidence of thrombus within the lumen of any of the three specimens. One month after surgery, no embolic signals were detected in the MCA or the reverse-flow ACA in any of the three patients. Long-term monitoring of the ophthalmic artery, the carotid siphon, and the reverse-flow ACA could localize the site of the embolic source and lead to appropriate surgical treatment. Surgical intervention might improve the outcome of patients with unilateral carotid occlusion and contralateral ICA stenosis that is identified as the source of the embolic material. This theory is supported by the postoperative results of the three patients in our study in whom no embolic signals were detected in either MCA. Further studies with greater numbers of patients with unilateral carotid occlusion might improve our understanding of the pathogenesis of the ischemic events occurring in this patient group and, subsequently, their treatment. 
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